CASE PRESENTATION
We present the case of a 37-year-old man newly diagnosed with HIV only a week prior to admission after being found down in a bathtub by a family member. The patient was reported to be exhibiting suspected seizure activity, although the family member did not witness the fall or any convulsions. The patient reported syncopal events for several weeks leading up to the event. The patient had unknown family, social, past medical and surgical history, and was not taking any medications. Shortly after arrival to the emergency room, the patient was intubated for airway protection and given a loading dose of Keppra (levetiracetam). On physical examination, the patient was noted to exhibit a diffuse petechial rash. Neurological exam revealed a right gaze preference with visual field testing showing that the patient did not blink to threat bilaterally. Vestibulo-ocular testing was deferred as the patient was wearing a c-collar. Corneal and gag reflexes were intact. On tone testing, the patient was noted to have increased tone (right upper extremity greater than left) and in bilateral lower extremities. Throughout the examination, the patient exhibited intermittent transient shivering-like activity, albeit no tonic posturing, clonic movements, flexion nor extension was observed. On sensation testing, the patient localized noxious stimuli on sternal rub using the right arm. The patient did not withdraw or respond to noxious stimuli on the left. The patient had a CT scan of chest, abdomen, and pelvis in the emergency department which revealed trace pelvic free fluid, and a miliary pattern of the bilateral lungs, predominantly lower lung fields, and prominent bilateral supraclavicular mediastinal and hilar lymph nodes. CT scan of head only showed pansinusitis; no hemorrhage, acute stroke, nor mass effect. Initial EEG testing revealed the patient in a drowsy vs. coma state with diffuse background 8Hz theta and 1.5 Hz delta slowing and disorganization of background frequencies seen. This study was read as indicative of moderate diffuse cerebral dysfunction. Continuous attenuation of faster activity was seen over the right temporal region, indicative of mild focal cerebral dysfunction likely structural in etiology affecting neocortical structures A long term video EEG further detailed infrequent periods of frontallypredominant, semi-rhythmic 1. Shortly after being admitted a Code BLUE was called for the patient as he was found to be in respiratory distress and pulse less. The patient was subsequently intubated and given IV atropine x 1, IV epinephrine x 5, IV bicarbonate x 1, and Dextrose 50. Return of spontaneous circulation was obtained 20 minutes after the code was initiated. The patient was then started on Levophed and transferred to the MICU. In the ICU the patient developed bradycardia (down to the 40s) and was pulse less. A second Code BLUE was called during which the patient expired.
DISCUSSION
Only a week after initial HIV diagnosis, this 37-year-old patient found himself admitted to the ER after a fall in his bathtub which left him unconscious. This report documents the workup which led to eventual diagnosis of posterior reversible encephalopathy syndrome due to HIV. PRES has been reported in patients with advanced HIV disease on only a few occasions [2] . Among the reported cases, PRES more commonly manifests secondary to the administration of therapies relating to the patient's symptomatic expression. For instance, antiretroviral therapy has been observed to cause PRES [3, 4, 5] . Alternatively, HIV patients receiving non-HIV-related treatment that results in additional immunosuppression, have also been reported [6, 7, 8, 9] . PRES due to the actual immunosuppression of HIV, without the administration of HIV therapy is much less well-documented [1, 10, and 11] . Among these latter reported cases not involving therapeutic medical administration, two cases included a diagnosis of end stage renal disease (ESRD), which likely contributed to the etiology of PRES [10, 11] . According to Geurriero et al., [3] two potential pathophysiological explanations exist for causing PRES in this case report. First, a sudden elevation in systemic blood pressure surmounts auto regulatory brain circulation, leading to vasodilation/vasoconstriction of the arteries. This is postulated to cause transudation of fluid focally which may lead to petechial haemorrhages. Albeit, there was no documented hypertension in this case. Another potential patho physiology of PRES is that hypercalcemia adversely affects endothelium-independent vasodilation, leading to microvascular leakage; however, the patient's calcium levels were within normal limits.
